INTRODUCTION.
The yeast Saccharomyces cerevisiae possesses a finite lifespan; the metric of which is the number of times the cell divides and not its chronological age (1) . The free radical theory of ageing postulates that reactive oxygen species are causal factors in ageing (2) . These species are capable of damaging DNA, protein and lipids within the cell. For defence against these prooxidants, cells contain antioxidant molecule such as glutathione (GSH).
METHOD.
Mean and maximum lifespans were determined by micromanipulation using the method described by Barker et al (3) . Total glutathione (2GSH + GSSG) levels were measured using a glutathione assay kit from Calbiochem (Cat no 354102) and were expressed as nmol per cell dry weight. Isolation of age-synchronised cell populations was achieved by rate-zonal sedimentation according to a modified version of Egilmez et al (4) .
RESULTS.
The role of GSH on the replicative capacity of Saccharomyces cerevisiae has been investigated. A mutant lacking Gshp1 activity, and therefore exhibiting impaired GSH biosynthesis, exhibited a reduced lifespan. A deletion mutant for GSH2, which also exhibited impaired GSH biosynthesis, displayed longevity potential similar to that observed for the corresponding wild type. Glutathione reductase activity, which maintains cellular levels of reduced GSH, is not required to assure longevity potential. Indeed, the absence of this enzyme leads to a lifespan extension. 
Levels of GSH were measured in young and old

DISCUSSION.
Several studies have demonstrated the importance of GSH in the ageing of mammalian cells (5) . Our studies revealed that glutathione biosynthesis might influence replicative longevity in Saccharomyces cerevisiae. It was observed that GSH1 but not GSH2 was essential to assure full replicative longevity. It is postulated that that the accumulation of the GSH precursor γ-glutamylcysteine in the gsh2 mutant enabled the maintenance of longevity potential in this strain. It is suggested that the improvement of longevity observed with the mutant lacking the GLR1 gene, involved in GSH recycling, may be due to an increase in total GSH. An age-related decrease in GSH levels occurred throughout replicative lifespan. A similar decrease has previously been observed in many organisms (6) and further work is necessary to understand the mechanisms underlying this phenomenon.
